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Abstract: Tuberculosis is a chronic infectious disease caused by Mycobacterium tuberculosis (Mtb) infection. After Mtb infects
humans, its infection status is closely related to the host’ s own immunity, metabolism, and genetic mechanisms. Gut microbiota
and its metabolites play important roles in the pathophysiological process and treatment of tuberculosis by participating in the host’ s
immune response and metabolism. This article reviews the “lung—gut axis”, the role of gut microbiota—generated metabolites in

Mib infection, the impact of tuberculosis chemotherapy on gut microbiota, and the potential role of gut microbiota in tuberculosis
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